©
2014 2016

Nrf2
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Sickle cell disease (SCD) is an inherited disease caused by a mutation in
globin gene. Hemoglobins containing the mutated globin polymerize in red blood cells (RBC) and
deform RBC into a sickle-like shape. The sickle-shaped RBCs are prone to intravascular hemolysis and
intermittent blood glow occlusion, which results in ischemia-reperfusion injury generating
oxidative stresses. Nrf2 is a transcription factor that induces expression of target genes involved
in cellular defense against oxidative stresses. In this study, we found that genetic and
pharmacologic activation of Nrf2 ameliorated tissue damages and inflammation in SCD model mice,

indicating that Nrf2 activation relieves symptoms of SCD. Based on these results, we propose that
Nrf2 is a therapeutic target for the treatment of SCD.
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